limits. The patient was discharged with supportive care for a presumed viral syndrome.
One week later, the patient returned with persistent symptoms now complicated by decreased urine output and jaundice. The patient denied taking medications other than occasional acetaminophen. On examination, he was afebrile, his initial blood pressure was 70/50 mm Hg, and his heart rate was 74 beats per min. His blood pressure improved to 105/71 mm Hg after resuscitation with 3 L of fluid. The findings of an examination were remarkable for icteric conjunctivae without suffusion and bibasilar rales. His skin was intact, except for visible track marks on his extremities. He was neurologically intact without any meningeal signs. The following laboratory values were significant: acetaminophen level, !10 mg/mL; creatinine level, 12.8 mg/dL; platelet count, 57,000 cells/mm 3 ; total bilirubin level, 11.3 mg/dL; prothrombin time, 11.5 s; alkaline phosphatase level, 134 U/L; and alanine aminotransferase level, 27 U/L. His chest radiograph showed mild pulmonary congestion, and an electrocardiogram revealed T wave inversions of unknown duration in V1-V3. The findings of an abdominal ultrasound were unremarkable.
A non-Q wave infarction was diagnosed and hemodialysis was begun. Two days after admission, the patient had acute decompensation, with fever (temperature to 38.8ЊC) and acute respiratory distress that required intubation. A second chest radiograph revealed bilateral, diffuse alveolar infiltrates that were consistent with acute respiratory distress syndrome. The patient received multiple antibiotics, including vancomycin, ceftazidime, trimethoprim-sulfamethoxazole, and methylprednisolone sodium succinate, for treatment of sepsis and possible Pneumocystis carinii pneumonia. The patient's condition continued to deteriorate, and he required pressor support. He developed significant bleeding from his nose and mouth despite normal coagulation parameters, which did not respond to platelet transfusion or desmopressin. Two days after his decompensation, treatment with penicillin was begun for the possibility of leptospirosis. Three days after the initiation of penicillin therapy, pressors were discontinued, the patient had defervescence, his respiratory status improved, and the bleeding abated. All other antibiotics and steroids were discontinued.
Five days after penicillin was initiated, the patient developed a presumed drug rash and his treatment was changed to doxycycline. The patient continued to improve slowly and was discharged on hospital day 38, by which time he was no longer dependent on dialysis but was left with residual renal insufficiency (creatinine level of 3.6 mg/dL). A microscopic aggluti- nation test for leptospirosis, which was performed 1 week after admission, was sent to the Centers for Disease Control and Prevention (Atlanta); the results were positive at 1:3200, for Leptospira interrogans serovars copenhageni and bratislava; 1: 1600, for L. interrogans serovar icterohaemorrhagiae; and 1:800, for L. interrogans serovar mankarso. Discussion. The diagnosis of leptospirosis was not initially considered in this case, because potential risk factors were not recognized. Although leptospirosis is more typically associated with rural settings, because of exposure to potentially infected livestock, urban leptospirosis has been well described. Rodents are an important reservoir of leptospirosis worldwide. Work by Vinetz et al. [2] has implicated rats as the vector in urban leptospirosis in Baltimore. On the basis of a lack of travel history, the patient we describe was assumed to have acquired his infection in New York City. In fact, case reports of leptospirosis in New York City have also been described [3, 4] . Exposure to urine from infected rats was likely the route of infection for this homeless person. This hypothesis is supported by the general association of L. interrogans serovars copenhageni, icterohaemorrhagiae, and mankarso with rodents. This is only the second reported case in the English-language literature of leptospirosis in an HIV-infected patient. Data on this case and the 4 previously reported cases are presented in table 1. CD4 cell counts for the 3 patients, when they were available, were all quite low, ranging from 13 cells/mm 3 to 60 cells/mm 3 . Diagnosis was made by means of serological testing in all cases except case 3. The highest titers are listed in table 1; however, because of cross-reactivity, in some cases there was a high titer for 11 organism. In case 3, culture of a urine sample was positive for L. interrogans. Four of the patients presented with the fulminant icteric form of leptospirosis. In general, 5%-10% of patients with leptospirosis present with the more severe icteric form that is known as Weil's syndrome [1] . It is not possible to say from such a small sampling whether HIV infection predisposes to more fulminant disease. Milder cases may escape diagnosis, and the tendency toward severe disease in the cases that were reviewed may reflect reporting bias. The patient in this report, in addition to having the classical biphasic course of hemorrhagic leptospirosis with hepatic and renal involvement, also presented with severe manifestations of some of the less frequently seen manifestations; these include pulmonary involvement [8] [9] [10] , myocarditis, and severe bleeding due to vasculitis [1] . The mortality rate for patients with Weil's disease has been reported to be as high as 25%. However, with improvements in intensive supportive therapy, the mortality rate has decreased to 5%-10% [1] . All patients who were reviewed recovered with treatment, which underscores the importance of a high index of suspicion and prompt institution of treatment.
